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A case of idiopathic acquired hemolytic anaemia appeared to make a dramatic response, but later relapsed and died in spite of large doses of both hormones.
Laboratory control was essential, as instanced by the sudden, unexpected appearance of sodium deficiency in one case; in general, however, indications for laboratory investigations did not differ from those existing in other branches of clinical medicine.
Dr. Kenneth Robertson (Southampton) confirmed the experience of other speakers regarding the value of cortisone in status asthmaticus. He stressed that not only were the severe symptoms frequently resolved, but that following treatment with cortisone there was not infrequently a considerable remission of the asthmatic condition. He also described an acute allergic attack in a colleague, following the experimental injection of a staphylococcal antigen. The symptoms having failed to respond to antihistamine drugs, resolved dramatically after two doses of cortisone by mouth. A most severe and resistant case of stomal ulceration responded immediately to ACTH given in an 8-hour drip, and a case of chronic lymphatic leukaemia showed rapid reduction in the size of enlarged lymph nodes and spleen, together with improvement in the patient's general condition though the blood picture was unaffected.
Dr. H. Stephen Pasmore asked for further information concerning the uses of cortisone in diseases of the eye, and mentioned the case of a patient with severe iridocyclitis with K.P. following herpes zoster and later complicated by secondary glaucoma. After eight months' treatment this patient's life was still being made miserable by the acute discomfort and constant lacrimation of the eye. Cortisone drops were then instilled with rapid disappearance of these two troublesome symptoms.
[January 16, 1952] DISCUSSION ON INFANTILE PARALYSIS Dr. Donald Cameron: The aspect of poliomyelitis which concerns the general practitioner is principally the Iclinical picture, and it is this aspect which I intend to discuss.
Poliomyelitis is due to a virus which can be isolated from the nasopharynx, intestinal tract, and post mortem from the central nervous system. The incubation period is thought to be ten to fourteen days though it is said that it may be as short as three or as prolonged as thirty days or more. In earlier times poliomyelitis was regarded as a disease of infants. Nowadays, in this country, it affects both the young and old. If not the very old, certainly people of all ages up to their fifties. I have gone through the records of 100 consecutive cases occurring in East Anglia which have passed through my hands since 1947. Most of these occurred in the epidemics of 1947 and 1949. Males were affected more than females in the ratio of 62 males to 38 females. The Age Incidence
In the age group 0-14 there occurred 48% and in the age group 15-50 42% occurred. It seems clear, therefore, that the term "infantile" as applied to this much-dreaded disease is not strictly correct. It may be, of course, that there has been a slide in its incidence towards a higher age group than was the case earlier.
The Seasonal Incidence
Hitherto one had always regarded polio as occurring during the hot, dry months of the year but in this group of cases the month of highest incidence in 1947 was September, in 1949 the highest incidence was October and in 1951, our present winter, the worst month was November.
Clinical Observations
It is generally accepted that a person may harbour the virus of poliomyelitis without showing any clinical evidence of the disease, and it is thought that the carrier-rate is very high, it being estimated that the number of people who become immunized may be in as high a proportion as 100 to 1, meaning that for every case notified, one hundred people may acquire immunity, having possibly had subclinical forms of infection.
One finds, in a certain percentage of cases, a history of a minor illness, followed later by the major illness-the major illness being characterized by neurological signs or paralysis.
At the time of the minor illness or the abortive form of polio as it is sometimes called, neurological signs are therefore not found. The signs and symptoms of the minor illness may be those of a cold or sore throat. Sometimes the minor and major illnesses occur more or less simultaneously, and these two phases are telescoped, as it were, one into the other. Occasionally, especially in children, the first manifestation of an attack of polio may be that of a paralysed limb, or some other paralysis.
Poliomyelitis may be either paralytic or non-paralytic. Both forms are non-paralytic at the onset.
It is only the passage of time which will determine which type it is going to be. There is little doubt that in some cases certain factors have a bearing upon whether or not the non-paralytic may become paralytic. One of these factors is certainly that of unusual exertion undertaken at the time of onset of the major illness.
Sometimes a patient thinking he is suffering from a chill or 'flu may try to "work it off".
As an example of this I would like to quote the following case history of an undergraduate who was admitted on October 6, 1950. He had been to London on September 30. He travelled to Cambridge the following day, October 1. He thought he had a "chill". Complained of headache and shivering and was out of sorts generally. The following day he sat an examination paper both in the morning and in the afternoon.
On the next day, October 3, the headache was more severe and he vomited. On the 4th the headache persisted but in spite of this he went for a day's shooting. On his return to College that evening he felt very tired and went to bed early.
On the 5th he had an oral examination in anatomy which he attended. He complained of severe headache, stiffness in his back and he vomited. Later in the evening he went down to supper-managed to get-back to his rooms only with the greatest of difficulty. The following day-October 6-he was admitted to hospital, when he was found to have fairly extensive paralysis involving both legs, abdominals, bladder, lower intercostals, left shoulder. While he was in hospital he developed a segmental collapse of his left base. He weathered the storm, however, and was eventually transferred to an orthopxdic hospital. When I last heard of him he was able to get about with the aid of walking calipers and a bath chair.
In his article Ritchie Russell (1947, Brit. med. J.) drew attention to the effect of severe exercise during the pre-paralytic stage on the subsequent development of paralysis and more-recently in the Journal ofthe American Medical Association, 1950, Horstmann, in an analysis of41 1 patients, confirmed the earlier conclusions of Ritchie Russell. She concluded that the critical time in regard to activity is the first twenty-four to forty-eight hours of the start of the major illness, during which the symptoms are very often mild.
Another factor concerned would seem to be tonsillectomy performed during an epidemic of poliomyelitis.
In reference to this I would refer you to the case of a family reported by Krill and Toomey in the Journal of the American Medical Association, September 1941, in which 5 of 6 children of the same family had tonsillectomy performed on August 22. By September 7 all 5 had bulbar polio. Three died within two days. The parents and the child, aged 21 who was not operated on, had no symptoms.
There is I am sure little need for me to mention to you that it is now accepted that there is a definite relationship between the anti-pertussis or combined A.P.T. and pertussis inoculations performed during an epidemic and the subsequent development of paralysis in the limb injected. Symptoms I have made an analysis of the symptoms of these cases tabulated according to their frequency, which was as follows:
( 14, The first 5 of this group are mainly symptoms of cerebral irritation and I think it is important to bear in mind that polio is primarily an affection of the central nervous system.
There is invariably fever which may range from 990 to 1030 or even 1040 F. depending upon the severity of the infection.
In the examination of patients one finds that if the case is not one of long-standing. there are signs of meningeal irritation such as nuchal rigidity, spinal stiffness, positive Kernig. In children a useful means of testing neck stiffness is to raise the head and shoulders offthe bed by placing one's hands under the shoulders. In the presence of any degree of neck stiffness the head becomes extended and falls backwards remaining in a hyperextended position. One does not find in polio the same extreme degree of head retraction that one associates with meningitis of bacterial origin, nor does one find that photophobia is so often a feature.
Superficial and deep reflexes must be examined. In an incipient paralysis these will be diminished-. in a fully established paralysis they are absent.
It may be on the other hand, especially in the case of children, that the case has progressed beyond the stage of meningeal irritation. This may have been slight or entirely missed, and all that one finds clinically is a flaccid paralysis with absent reflexes.
Obviously one should test for paralysis in an orderly way, starting with the cranial nerves and working down to the feet.
In my experience the cranial nerves most frequently involved are the VlIth and Xth though none apart from the Ist is immune.
The signs and symptoms of cranial nerve paralysis may be difficulty in swallowing, nasal phonation, facial paralysis, paralysis of ocular muscles, or of the tongue or of the muscles of mastication.
It must be remembered that a pharyngeal paralysis may appear at first sight to be a respiratory embarrassment, the difficulty in breathing being due to the accumulation of mucus and saliva in the pharynx. In some cases also these secretions, which the patient is neither able to swallow, nor to spit up, gravitate towards the larynx causing some adductor laryngeal spasm, and further respiratory embarrassment. On the other hand a respiratory paralysis may appear to be a bulbar. The patient, owing to the respiratory paralysis, is not able to cough and consequently the sputum accumulates in the pharynx.
Having examined carefully for evidence of paralysis, see if the patient can sit up in bed unaided. It may be that he can only sit in the so-called tripod position. This means that he or she is only able to sit up with the support of the arms, usually placed some distance behind. If the patient can place the head between the knees there is usually no spinal or neck stiffness to worry about.
In the non-paralytic type of case the signs and symptoms are those of an ordinary meningitis. I will have more to say in regard to this later.
I would like now to describe a case which shows the difficulties which can arise in dealing with a case of bulbar paralysis.
This man, aged 29, was admitted on September 27, 1949, with a temperature of 100°marked meningeal signs, nuchal rigidity, spinal stiffness, positive Kernig's, no evidence of any cranial nerve involvement at this stage, or of any muscular paralysis.
Superficial and deep reflexes nornmal and physical examination otherwise negative.
Lumbar puncture revealed clear colourless fluid, cells less than 3. Protein 75 mg. On the 29th, thirty-six hours after admission, he had some difficulty in swallowing and developed a paralysis of his left facial nerve. That afternoon a feeding tube was passed. He had an uncomfortable night during which he removed the nasal feeding tube. Next morning his condition became much worse, and the symptoms of his pharnygeal paralysis were much more acute. He was having respiratory failure due to the accumulation of unswallowed secretions which continually interrupted the free flow of air necessary for respiratory interchange. He had some cyanosis, pulse 116, and was generally in a very distressed condition. He was laid flat in bed, the foot of which was raised. All attempts to replace the feeding tube failed. An endotracheal tube was passed down the nasopharynx and continuous suction was started. As these unswallowed secretions in the pharynx were now being disposed of, the patient gained considerable comfort.
Further attempts at passing a feeding tube repeatedly failed. An intravenous drip was set up for two days and it was then decided, in consultation, that owing to the impossibility of forecasting the duration of the pharyngeal paralysis and the possible problem of feeding that a gastrostomy should be performed.
On October 3 a gastrostomy was performed under local anasthesia. He made good progress, his pharyngeal tube being changed daily.
It was noticed on October 8 that he was able to swallow his secretions. Continuous suction was discontinued, he made further progress, and was gradually given semi-solid food, and his gastrostomy tube was removed on the 13th.
He made an uninterrupted recovery and was discharged on November 2 with only very slight evidence of a facial paralysis, from which he eventually made a complete recovery.
This case shows how serious complications may arise from what was a paralysis of relatively short duration, and the importance of trying to do something for the patient to tide him over this critical period and the ample reward for so doing.
I do not use continuous suction in all cases of pharyngeal paralysis. It depends on the degree. If the paralysis is moderate it may suffice to tilt the foot of the bed then fix on to the suction tubing an ordinary dental saliva ejector and from time to time the nurse or the patient uses this to remove excessive secretions. Lumbar Puncture I have tabulated the result of C.S.F. findings in both the paralytic and non-paralytic cases. In this series there were 81 paralytic cases and 19 non-paralytic.
Lumbar puncture was performed in 68 of these paralytic cases. Sugar and chloride content of the C.S.F. were found to be normal as is the case in poliomyelitis. 9 of these cases out of a total of 68 had a cell count of less than 5, and a protein content of less than 40, giving a percentage of slightly over 13 of the paralytic cases with a normal cell count and a normal protein content.
In regard to the 19 non-paralytic cases occurring in the series, 3 out ofthe 19, or a percentage ofabout 15, had a normal cell and protein content. This gives a total of 14 % in the whole series with a normal cell count and a normal protein content.
I think this is something that should be borne in mind as the question often arises as to whether one can get an acute polio with a normal C.S.F.
Differential Diagnosis
It is not possible clinically to diagnose polio at the stage of the minor illness. There may be suspicious signs and symptoms such as a sore throat, headache, muscular pains, nausea. There is, however, no means of diagnosing this clinically as poliomyelitis even if it be such.
In the non-paralytic there are the signs and symptoms of meningeal irritation such as are found in meningitis of bacterial origin including tuberculous meningitis. A meningism associated with a pneumonia must also be excluded. However, as I have said before, there is not the same degree of head retraction in polio as in meningitis of bacterial origin. Photophobia is also an uncommon finding in polio.
Lumbar puncture and examination of the C.S.F. will help to exclude such a bacterial meningitis. The history will help to exclude the encephalitis following measles, chickenpox and vaccinia. Mumps meningitis, whether or not the salivary glands have been swollen, must be thought of, especially if there is an epidemic of mumps in the community. 1 have seen 2 such cases. I believe also one can get a cranial nerve palsy associated with cerebral tetanus.
Other virus infections, such as lymphocytic choriomeningitis and coxsackie virus infections, are described as causing a similar meningitic syndrome though I have no personal experience of these conditions.
In regard to paralytic polio, a pharyngeal paralysis may at first sight simulate an acute thiroat infection such as a quinsy or a retropharyngeal abscess. This may perhaps seem strange but I have seen 4 cases of pharyngeal paralysis which prior to admission were thought to be acute throat infections.
In both conditions the patient may have difficulty with phonation. In the case of a quinsy this is due to pain and to swelling of the soft tissues. In the case of a bulbar paralysis, however, it may be due to laryngeal paralysis.
In the case of a pharyngeal paralysis it may be difficult to inspect the throat and pharynx because of the presence of the accumulated secretions. It can, however, be seen that there is no swelling of tonsillar tissue or of the surrounding structures. There is no edema, no grossly infected tonsils, no exudate, no adenitis.
The dyspnoea of a respiratory paralysis may be thought to be due to a pneumonic condition. The patient may look very distressed and may be slightly cyanosed. On closer examination, however, it will be noticed that there is little or no movement of the chest wall.
A respiratory paralysis may occur as a primary paralysis of the respiratory muscles or it may be combined with a bulbar paralysis or be due to a disturbance of the respiratory centres. If both deltoids are paralysed there is nearly always a respiratory paralysis. This is most important. In fact, all the serious respiratory paralyses I have seen had a bilateral abductor paralysis of shoulders.
When the spinal cord is the main focus of virus infection we get flaccid paralysis of various muscular groups depending on the area or areas of the spinal cord involved. This paralysis is associated with absent reflexes and there are no sensory changes.
There are various local conditions which may simulate paralysis such as adenitis, osteomyelitis, synovitis, arthritis or a spinal disc lesion.
Another misleading condition in children may be the joint changes in rheumatic fever.
All these may lead to a limb being held immobile.
In these conditions, however, the tenderness will be more localized and the reflexes, apart possibly from a disc lesion, will be normal.
Infectious polyneuritis is a condition which may simulate polio most closely. Here the paralysis is usually symmetrical, associated with sensory changes and there is a relatively very high protein in the C.S.F. Recovery is more rapid than is the case in polio. Dr. F. 0. MacCallum gave a resume of recent advances in knowledge of the properties of the virus and techniques for laboratory diagnosis of poliomyelitis. He also showed tables of the number of cases notified and the attack rates for different age groups since 1944-45 derived from information supplied by the Epidemiological Section of the Ministry of Health. Attention was drawn to the fact that there were several hundred cases in infants under 1 year of age in the epidemic years of 1947, 1949 and 1950. Dr. MacCallum also discussed the possible reasons for the high proportion of notifications of nonparalytic cases in 1951 when the total notification rate was only about i to i of the recent epidemic vears. He suggested that these might have been due to:
(1) Some other virus or viruses as yet unidentified.
(2) Different strains of poliomyelitis virus from those to which the patients may previously have been exposed and thus produced an attenuated attack or else an attack might have been attenuated by a previous minimal immunity of the same strain.
(3) Environmental conditions, such as the atmosphere, might have had some effect upon the virulence of the virus and its effect on the host.
